The nirric oxide (NO) radical has been recognised to play a critical role in a variety of physiological processes. It may also exea cytotoxic effects, either directly, or via secondary reactions with reactive oxygen species (ROS). This latter potentiating effect of NO on ROS-induced cellular damage has been widely documented [ 11. However, more recent studies have also pointed towards a protective effect of NO in some situations of oxidative stress, due to its ability to scavenge oxidants or temhate lipid peroxidation reactions [l]. Thus NO may play a dual role depending on the internal cellular mileu.
The nirric oxide (NO) radical has been recognised to play a critical role in a variety of physiological processes. It may also exea cytotoxic effects, either directly, or via secondary reactions with reactive oxygen species (ROS). This latter potentiating effect of NO on ROS-induced cellular damage has been widely documented [ 11. However, more recent studies have also pointed towards a protective effect of NO in some situations Changes in EC monolayer permeability to trypan bluelabelled bovine serum albumin (TB-BSA) were next investigated as an index of endothelial barrier dysfunction, using a methodology previously described [2]. In brief. BPAEC grown to confluency on porous Transwell inserts were subjwted to various treatments for 20 min. Following washing, TB-BSA was added to the upper chamber of the insert while the lower chamber received buffer. After a 60 min incubation at 3TC, the absorbances (at 590 nm) of samples from the lower chamber were quantified spectrophotometrically, and results were expressed as fold increases over basal percentage transfer of TB-BSA across the endothelial monolayer. Initially. the possible effects of either SIN-1 or SNAP alone were examined. 
